repeatedly strongly positive. IgG-antibodies against
The renal biopsy showed 8 normal glomeruli, no interstitial oedema and some tubuli with debris and hepatitis E virus were initially borderline but later positive in high titers (anti-HEV EIA, Abbott Lab-erythrocytes. No vascular abnormalities were seen.
Immune-fluorescence for IgA, IgG, IgM, heavy chains, oratories, Delkenheim, Germany).
Treatment was started with glucose, fresh frozen k and l chains and complement C3 were negative. Since the histological result was not compatible with plasma, and ranitidine intravenously; in addition, vitamin K, lactulose and neomycine were given by naso-the presumed diagnosis of interstitial nephritis the prednisone was rapidly tapered and discontinued. gastric tube.
The first hours after admission urine production Three weeks after admission the patient could be discharged. Follow-up revealed complete recovery of appeared low (10 ml/h). As we suspected vascular underfilling 1000 ml of 0.9% saline was given in 4 h. liver and kidney function. This resulted in an increase of diuresis to 30 ml/hour.
The following days the patient remained haemoDiscussion dynamically stable with blood pressures never below 90/60 mmHg. With more than 3 l infusion per day, plus 10 mg furosemide per hour the diuresis and In our patient with a serologically proven acute hepatitis E the cause of the renal failure is not immediately sodium excretion remained good (Figure 1 ). The liver function started to improve with decreasing bilirubin clear. Renal failure in advanced liver disease is a well known feature. Most often hepato-renal syndrome levels from day 4 onwards. There were no longer signs of encephalopathy after 4 days. However, despite the with oliguric renal failure is seen. Other possible causes of acute renal failure in hepatitis are acute tubular improving liver function non-oliguric renal failure persisted (Figure 1 ). Creatinine rose from 179 mmol/l to necrosis, glomerulonephritis, and interstitial nephritis [4] [5] [6] [7] . 926 mmol/l. Eight days after admission dialysis had to be started. Because of impaired coagulation a renal Hepato-renal syndrome is caused by circulating vasoactive toxins which cause vasodilatation, shunting, biopsy was postponed until day 9. After the biopsy was performed it was decided not to wait for the renal vasoconstriction and sodium and fluid retention.
This condition is completely reversible when liver funcdefinite result but to start without further delay with prednisone 1 mg/kg because of suspected interstitial tion is restored. If however hypoperfusion of the kidney is severe enough, this can, even in absence of hypotennephritis. Hereafter gradually the renal function recovered and dialysis could be discontinued at day 12 sion, lead to acute tubular necrosis. Our patient had a low urine sodium and urine output at admission. These ( Figure 1) . 
In case of hepato-renal syndrome one a fulminant course of hepatitis E, acute renal failure as described here may well contribute to the mortality would also have expected renal function to restore simultaneously with hepatic function. It improved days rate of hepatitis E virus infection, especially in less developed areas. later so hepato-renal syndrome alone is an unlikely explanation in our patient.
In conclusion we report a patient with fulminant hepatitis E who developed a non-oliguric acute renal The urine sediment contained many erythrocytes, some leucocytes and many granular casts. This suggests failure due to acute tubular necrosis of unknown origin. It is possible that this complication is directly a renal cause of the acute renal failure. Glomerulonephritis is ruled out, since the renal biopsy showed related to the virus. Acute renal failure may contribute to the mortality rate of hepatitis E virus infection. normal glomeruli. Interstitial nephritis has been described in viral hepatitis [7] . The urine findings of our patient are compatible with this diagnosis. Also
